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STUDY OF UPPER  GASTRO INTESTINAL BLEEDING 

INTRODUCTION: 

Upper Gastro intestinal Bleeding refers to haemorrhage, from lesion in the 

Gastro Intestinal tract Proximal to ligament of treitz. 

Upper GI bleeding is an extremely frightening symptom for the patient and 

relatives and is one of the most dreadful medical emergencies. 

The incidence of UGI BLEEDING is approximately 100 cases per l lakh 

population per year.   Bleeding from the Upper GI tract is approximately two times as 

common as Bleeding from lower GI tract and is  a major cause of morbidity and 

mortality.  Mortality rates from UGIB are 6 to 10% overall. 

In our country both the age group and distribution of patients with Upper GI 

Bleed are different from those encountered in western population.  More over a 

greater population  of UGI Bleeding attributed to bleeding from peptic ulcer disease, 

esophageal varices  and Gastric Erosions.  

Because of illiteracy and lack of adequate investigation facilities especially in 

rural areas, the mortality is high in our region. The changes in frequency and 

distribution and causes of  UGI Bleed are hard to discuss.  Since comprehensive 

formal statistics are not collected.  Hence this subject is taken up for study in reference 

to our Thanjavur Medical College Hospital. 
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AIM AND OBJECTIVES OF THE STUDY  

 

1. To analyze the possible etiological factors. 

2. To determine the age, sex distribution for various disease categories  

3. To know common clinical presentation and treatment modality in our setup. 

4. To summarize the treatment undertaken and to report their outcome 

5. Role of surgery in upper GI bleed. 

6. To study the morbidity and mortality in relation to age, sex and distribution of 

the disease.   
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HISTORICAL REVIEW 

Acute gastrointestinal (GI) bleeding is a potentially life-threatening abdominal 

emergency that remains a common cause of hospitalization. Upper gastrointestinal 

bleeding (UGIB) is defined as bleeding derived from a source proximal to the 

ligament of Treitz. The incidence of UGIB is approximately 100 cases per 100,000 

population per year.Bleeding from the upper GI tract is approximately 4 times as 

common as bleeding from the lower GI tract and is a major cause of morbidity and 

mortality. Mortality rates from UGIB are 6-10% overall.
 

 The diagnosis  and treatment  for non variceal upper gastrointestinal bleeding 

(UGIB) has evolved since the late 20
th
 century from passive diagnostic esophago 

gastroduodenoscopy with medical therapy until surgical intervention was needed to 

active intervention with endoscopic techniques followed by angiographic and surgical 

approaches if endoscopic therapy fails. 

The  Eber Papyrus reported  acute hemorrhage as a complication of ulceration , 

with no understanding of the patho- physiology. Early therapeutic recommendations, 

including those of Hippocrates, were counter-productive. Various form of therapeutic 

bloodletting including phlebotomy and application of leeches were commonly 

recommended, through out the last century. Successful resuscitation from 

hemorrhagic shock became possible with a great understanding of the physiology of 

the circulating system and the modern   blood banking techniques.  

Recently invented techniques such as fibro- optic endoscopy and visceral 

arteriography have expanded the diagnostic and therapeutic capability of the clinician. 
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REVIEW  OF LITERATURE: 

Upper GI bleeding  

Refers to haemorrhage from the lesion in the upper GI tract proximal to the 

ligament of Treitz.  

 

Lower GI Bleeding 

Refers to bleeding  from the lesion  distal to ligament of treitz.  

 

Ligament of Treitz  

It is a fibromuscular band which extends from Right crus of Diapharam to 

duodeno jejunal flexure with upper part made up of striated muscle fibres,  Middle 

part by elastic fibres and lower part by smooth muscle fibres. 

 

Upper GI Bleeding manifest as  

1. Haematemesis 

It is defined as vomiting of fresh blood either Bright red or coffee ground in 

character. 
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2. Melaena  

Refers to passage of  sticky black, tarry foul smelling unformed stools. 

� 60ml of blood required to produce single episode of Black stools. 

� To produce melaena the blood must remain in the gut atleast  for 8 

hours. 

� Blood loss >60ml produces melaena for more than 7 days. 

3.  Haematochezia 

Passage of Bright red blood per rectum.It signifies Bleeding from the 

lesion  distal to the ligament of treitz.  

It can also occur from massive upper GI Bleed from esophagus, 

Stomach, and duodenum. 



COMMON CAUSES OF UPPER GI BLEEDING

a) NON VARICEAL BLEEDING (80%)

i. Peptic ulcer disease   ( 30

ii. Mallory weiss tear (15 

iii. Gastritis (or) duodenitis (10

iv. Arterio venous malformations ( 5%)

v. Tumours (2%)                                       

vi. Others ( 5 %)
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COMMON CAUSES OF UPPER GI BLEEDING 

 

NON VARICEAL BLEEDING (80%) 

Peptic ulcer disease   ( 30-50%)  

Mallory weiss tear (15 -20%) 

Gastritis (or) duodenitis (10-15%) 

Arterio venous malformations ( 5%) 

Tumours (2%)                                        

Others ( 5 %) 
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b) VARICEAL BLEEDING (20%) 

i. Gastroesophageal varices( >90%) 

ii. Hypertensive portal Gastropathy( 5%) 

iii. Isolated gastric varices- rare. 

ETIOLOGY 

a) ACCORDING TO THE SITE OF HAEMORRHAGE   

Oesophagus 

i. Gastro – Oesophageal varices (Most Common) 

ii. Reflux oesophagitis 

iii. Hiatus hernia 

iv. Mallory weiss tears 

v. Barret’s Oesophagus 

vi. Polyps & Carcinoma 

vii. Achalasia cardia  & foreign bodies.  

 

 Stomach and Duodenum: 

i. Chronic duodenal ulcer (most common) 

ii. Chronic gastric ulcer 

iii. Multiple erosions & Acute peptic ulcer 

iv. Tumours -  leiomyoma, Lymphoma and Leiomyosarcoma.  
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b) General causes: 

i. Haemorrhagic Disorders:  Thrombocytopenic purpura , haemophilia, 

haemobilia,Ehler’s- Danlos syndrome, osler  weber-  rendu syndrome, DIC, 

Liver disease, Turner syndrome, Kaposi sarcoma. 

ii.  Ingestion of Drugs- steroids, NSAIDS , Alcohol. 

 

PEPTIC ULCER DISEASE: 

� This is refers to the disease of  upper GI tract, caused by increased secretion of 

acid and pepsin. Hence it is called  peptic ulcer disease. 

� Incidence is around 40-50%  and more common in 25 to 30 years of  age   

group.     

� About 18-20% of Ulcer patients will develop haemorrhage. 

� Ulcer bleeding is more common in men, but NSAID induced bleeding is more 

common in women.  

� Duodenal ulcer is  more common than gastric ulcer in india. 

� H. pylori strongly associated with peptic ulcer disease. 

� H pylori causes peptic ulcer  in the region of Antrum of stomach  in 70% of the 

cases. 

� H.pylori is a Spiral, gram Negative Microaerophilic urease producing micro 

organisms (urea breath test) 

� It causes peptic ulcer  in the region of 2
nd
 part of Duodenum in 90% of the 

cases. 
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GASTRO OESOPHAGEAL VARICES 

� Variceal bleeding occurs when portal pressure is more than 12mm Hg.  

� Mostly bleeding arises from oesophageal varices with in 3 to 5 cm  of the 

Oesophago  Gastric Junction (or) from Gastric varices. 

 

OESOPHAGEAL VARICES 

a) Portal venous system:  Splenic vein and inferior mesenteric vein join behind 

the neck of pancreas with superior mesenteric vein forms portal vein. Right and 

left gastric vein drain into the portal vein directly.  

b) Caval venous system: Inter costal veins, Diaphramo – oesophageal veins and 

minor azygos vein.  

 

BEST PREDICTORS OF VARICEAL BLEEDING 

i. Size of the varix (Larger the size – More likely to Bleed) 

ii. Presence of Red sign (Red colour correlates with the flow of blood through 

varix. 

iii. Hepato cellular function: CHILD -PUGH classification. 

 

ENDOSCOPIC FINDINGS OF VARICES 

i. Pulsatile vessel 

ii. Fresh clot 

iii. Adherent clot 

iv. Black spot in ulcer base. 

v. Visible vessel in the base.  
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ACUTE GASTRIC EROSIONS 

ETIOLOGY: 

i. Drugs: NSAID, steroids 

ii. Stress: burns -  curlings ulcer 

iii. Head injury -cushing ulcer 

iv. Alcohol 

 

PATHOLOGY: 

 Diffuse mucosal damage or disruption of Gastric mucosal barriers, does not 

extend beyond the muscularis mucosa. Most common mode of presentation is 

haematemesis   followed by abdominal pain. 

 

MALLORY WEISS SYNDROME: 

Due to a tear in the Gastric mucosa near the OG junction. Also called as partial 

thickness mucosal rupture.  

Seen in 

i. Alcoholic 

ii. Pancreatitis 

iii. Myocardial Infarction 

iv. Renal failure 

v. Cholecystitis 

vi. Pregnancy 
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Clinical features: 

Middle   aged male , Alcoholic , during the course of vomiting due to retching 

&  straining, a tear  develop  near the OG junction  

90%   of cases bleeding stops  spontaneously. 

 

DIEULAFOY VASCULAR MALFORMATION: 

� A Gastric Arterio-venous malformation which is covered by apparently   

normal mucosa. 

� It occurs in proximal stomach near OG junction (with in 6cm) along the lesser 

curvature (80% of cases) 

� Bleeding often  may be severe and torrential. 

 

MALIGNANCY: 

Malignancy accounts for less than 1% of   acute   UGI bleeding.  The common 

malignancies that may present with bleeding are Carcinoma stomach, Carcinoma 

esophagus/ periampullary carcinoma. In most of the cases bleeding stops 

spontaneously.. 
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PATHO PHYSIOLOGY OF ACUTE UPPER GI BLEED 

500ml  blood loss (10%): No systemic sign except in elderly and 

anaemic patients. 

1000ml Blood loss(20%) Tachy cardia, orthostatic Hypotension 

syncope, light headedness, nausea, 

sweating and thrill 

2000 ml blood loss or more (40% ) Profound shock and possibly death.   

Drop in urine output less than  

0.5ml / Kg/hr.  

Indicates moderate to marked 

hypovolemia. 

 

Early sign of cessation of bleeding and restoration of blood volume is return of the 

normal heart rate 

          

FACTORS WHICH AGGRAVATE THE BLEEDING: 

1. Gastric acid - inhibits the platelet aggregation. 

2. Pepsin  causes erosion of ulcer by its proteolytic action 

3. Mucosal blood supply pattern 

4. Gastric motility 

5. Alcohol / NSAIDS / Steroids 

6.  Increase in intra  variceal pressure as in cough, constipation etc. 

7. Vessel itself digest clot causes bleeding 
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Major bleeding occurs due to erosion of  

1. Gastro duodenal Artery or  

2. Left gastric  or 

3. Splenic artery  or   

4. When bleeding occurs from varices.  

 

CHILD PUGH’S CRITERIA  

Sl.No MEASURES A-MINIMAL B-MODERATE C-ADVANCED 

1. Serum bilirubin(mg/dl) <2 2-3 >3 

2 Serum albumin(g/dl) >3.5 3-3.5 <3 

3 Ascites None Easily controlled Poorly controlled 

4 Encephalopathy None Minimal Advanced coma 

5 Nutrition Excellent Good Poor, wasting 
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 ALGORITHM FOR MANAGEMENT OF UPPER GI BLEEDING 

Acute gastrointestinal hemorrhage 

Nasogastric aspiration 

No blood or bile 
Blood or coffee-

ground Bile and no blood 

EGD 

Diagnostic 
Non diagnostic 

Slow 

hemorrhage 

Massive 

hemorrhag

e 

Colonoscopy Angiography 

Slow 

hemorrhage 
Massive 

hemorrhage Diagnostic Non diagnostic 

Tagged 

RBC scan 

 

Angiography, 

Operation 

 

Tagged RBC 

scan 
Meckel’scan 

endoscopy 
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Complete Blood count: 

Clinical grounds alone, can determine etiology in about 60% of cases thorough 

history and examination is necessary to locate the site of bleeding 

Mild leucocytosis and thrombocytosis develop within 6 hrs. after the onset of 

bleeding.  

Card test: It is useful for detection of occult blood in stools 

 

Fibreoptic endoscopy: 

It is useful for diagnostic as well as therapeutic in more than 90% of cases.  If 

performed within 24 hours of bleeding 

 

Ideal time for endoscopy: 

Ideally endoscopy should be performed in all patients between 12 to 48 hours 

after admission. 

Dignostic rate decreases after 48 hours.  

 

Timing of endoscopy depends on the nature of bleed 

In patients with active bleed: 

Endoscopy should be done as soon as the patient is haemodynamicaly stable 

irrespective of bleeding. 

 

In patients with no active bleeding: 

Early endoscopy within 12 to 24 hours is acceptable.  
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NO 

NO 

NO 

ALGORITHM FOR ENDOSCOPY IN UGI BLEEDING 

EGD confirms peptic ulcer bleeding 

Endoscopic findings 

Forrest classification: 

Ia, Ib, IIa, IIb 

Endoscopic therapy 

Continuous bleeding  

Monitor 

Rebleed? 

Repeat endoscopy  

Continuous bleeding?  

Monitor  

Rebleeding 

Assess for H. Pylori 

Treat with PPI 

Repeat endoscopy for 

gastric ulcer 
Surgery 

NO 

YES 

YES 

NO 

YES 

YES 

YES 
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FORREST CLASSIFICATION FOR ACTIVITY OF BLEED 

 

 

 

 

 

 

 

 

 

 

 

 

  

Grade 1a: Spurting vessel at the base of the lesion 

1b: Ooze of blood from the lesion 

 

Grade 2a: Non –bleeding visible vessel at the base of the lesion 

2b:Stigmata of recent bleed i.e., adherent clot, black spot 

 

Grade 3a: Lesion seen but no evidence of recent bleed. 
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Large gastric ulcer along the lesser curvature with a visible vessel in the ulcer 

bed (arrow) 

 

 

Large gastric ulcer with large, protuberant visible vessel 
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Contraindication to endoscopy: 

i. Torrential bleeding 

ii. Hepatitis B patient 

iii. Alcoholic / Violent patients are difficult to perform endoscopy. 

 

Relative Contra indication:  Chest infection/ CCF 

Endoscopy is a good vagal stimuli  

It can precipitate Heart block in these patients.  

 

RADIOLOGY  

Contrast studies: 

Barium meal;  

The accuracy of  barium meal in detecting lesion such as erosion/small ulcers  

of early tumor is greatly increased by the use of double contrast technique.  

This is performed in a fasting patient by the use of hypotonic agents such as 

(Buscopan or Glucagon) 

The stomach is distended with Gas when adequate coating of the mucosa with  

barium reveals such lesions. 

 X ray : is almost unhelpful  in upper GI bleed. 
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Ultra sonogram / Computed Tomogram  abdomen: 

These imaging modalities will be useful only in case where the lesion could not 

be visualized on upper GI endoscope. USG provide additional information regarding 

liver, portal vein etc. Also provide information about malignant cause. 

Angiography: 

a. It is useful to detect site of bleeding (> 0.5ml / min) 

 

Indication: 

1. To locate the source of bleeding. 

2. To stop the bleeding by selective infusion of drugs / embolic material into 

the bleeding territory.  

 

Isotope Studies:  

Radio  labelled RBC by using TC- labelled /radio chromium labelled. 

It is useful in determining low grade bleeding from GI tract and especially 

when pathology is out of reach of the endoscopy (> 0.1 ml/min)  
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Assessment of Haemorrhage 

It is difficult to assess the degree of blood loss, patients often over estimate the 

amount lost and  volume of haematemesis may be misleading unless the blood is 

collected and measured objectively. 

Initial Hb level after an acute bleeding is unhelpful because this value may 

occur many hours before dilution occurs 

If bleeding occurs over a prolonged period the Hb level value may be a more 

accurate reflection. 

If one gets low Hb immediately after an acute bleeding indicates there has been 

chronic occult loss previously. 

 

Assement of the Cause 

H/o- Long standing heavy alcohol intake-may point towards   hepatic cirrhosis 

and possible bleeding. 

H/o- Dysphagia-suggests benign or malignant growth of oesophagus (or) hiatus 

hernia with oesophagitis. 

H/o - Small haematemesis following prolonged vomiting indicates Mallory 

weiss syndrome. 

Past h/o peptic ulcer -indicates bleeding from chronic peptic ulcer. 
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On Examination 

� Epigastric tenderness indicates chronic peptic ulceration 

� Palpable epigatric   mass suggests Gastric ca.  

� Palpable mass in the left hypochondrium (splenomegaly) indicates source of 

bleeding from varices. 

� Tenderness in duodenal point indicates chronic duodenal ulcer. 

 

Management of acute upper GI bleeding: 

� All patients with acute upper GI bleed should be admitted. 

� Reassure the patient  

� Pt. Should be resuscitated with IV fluids and blood at the rate of 1 litre/hr 

initially 

� Haemodynamic stability is assessed by monitoring the pulse rate,BP,urine 

output,haematocrit and if possible with central venous pressure and Positive 

capillary wedge pressure 

� A wide bore venous access should be obtained and blood collected for 

grouping typing and cross matching 

� Assesment of blood loss by history and vital signs(Heart Rate;B.P every hour). 
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� Introduction of a nasogastric tube for assessment of the quantity and duration 

of bleed and can also be used for therapeutic cold water lavage in an attempt 

to arrest the bleed. 

� Renal parameters, liver function test, chest x-ray and all baseline investigation 

including ECG should be obtained. 

 Modalities of treatment 

 This depends on the cause and extend of the bleed, risk of re-bleeding and 

general condition of the patient. In more than 80% of patients bleeding stops 

spontaneously, so specific management is aimed at both immediate control of 

bleeding and also to prevent  bleed. 

 

CONSERVATIVE THERAPY: 

Gastric cooling: 

Ice cold saline washes 

Saline-adrenaline washes(100 ml of saline +1ml of 1:1000Adrenaline ) 

 

Pharmacotherapy:  

H2 blockers, Proton Pump Inhibitors  (PPI),Antacids, Cytoprotective 

agents,Vasopressin,Terlipressin,Somatostatin,Octreotide,Metaclopramide,Propranolol

etc 
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Balloon Tamponade: 

• This technique employs a SENGSTAKEN BLAKEMORE tube possessing 

two balloons which exert pressure in the fundus of the stomach and in the 

lower oesophagus respectively. 

• Gastric balloon inflated with 200-250 ml of air, it will control bleeding. 

• Oesophageal Ballon should be deflated for 10min  every 3 hrs to avoid 

oesophageal mucosal damage. 

• Pressure in oesophageal balloon should not exceed40mm of Hg. 

ENDOSCOPIC THERAPY: 

For Non Variceal Bleeding: 

o Sclerotherapy   

o Saline adrenaline Injection 

o Argon beam coagulation 

o Cryoprobe   

o Heater probe 

o Bipolar cautery 

o Laser photo coagulation 
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For variceal bleeding: 

o Sclerotherapy  

o Variceal banding 

o Cyanoacrylate glue injection 

o Thrombin injection 

Interventional Radiology: 

o Embolisation of bleeding artery,tumours etc. 

o Trans hepatic left gastric vein embolisation 

o Trans jugular  intra hepatic porto-systemic shunts. 
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SURGICAL MANAGEMENT: 

o Surgical role is minimal. 

o Only when endoscopic therapy fails in most  of peptic ulcer and variceal 

bleeding cases. 

o Primary modality of treatment in malignancy cases. 

Pharmacotherapy 

Acid inhibiting drugs: 

 These drugs are found useful in bleeding due to peptic ulcer disease,Mallory- 

weiss tears,oesophagitis etc. These drugs were not found to control bleeding, but helps 

in preventing further bleeding. 

 

H2 Receptor Blockers: 

Acts by inhibiting Histamine -2 receptors on the parietal cell in stomach. These 

drugs are very effective in decreasing both basal and nocturnal acid secretions. 

Ranitidine is the most commonly used drug.  

DOSE: Ranitidine 50 mg 8
th
 hourly IV bolus. 

 

Proton pump inhibitors: 

These drugs are most effective agent in preventing recurrent ulcer and re-bleed. 

In acts by irreversibly inhibiting H+K+ ATPase. PPI needs acidic PH to act 

effectively. The ideal PH for its effective action  for Omeprazole and Pantoprazole are 



28 

 

the commonly used drugs and can be given both oral and intravenously. These drugs 

should not be combined with Ranitidine. 

  

DOSAGE: 

 Pantoprazole 40mg  IV twice daily 

 Omeprazole 20mg IV twice daily. 

 

Cyto protective agents: 

 Sucralfate is the commonly used drug. It coats the ulcer by forming sucrose- 

octo-sulphate and it promotes healing. 

 

Antacids: 

Aluminium Hydroxide and magnesium trisilicate  is the commonly used 

combination. 

DOSE: 60 ml 4
th
 hourly. 
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Anti –H.pylori Regime: 

H.pylori eradication therapy is given to all peptic ulcer patients as most of the 

cases were associated with H.pylori infection. The commonly used regimens are  

1. C.Omeprazole 20mg twice daily   

 T. Clarithromycin 500mg twice daily ( or) 

C. Amoxycillin 1gm/day in divided doses 

T.Metronidazole 400mg twice daily. 

 

2. C.Omeprazole 20mg twice daily with 

 T. Bismuth sub salicylate,2 tabs,4 times daily 

 T. Tetracyclin 500mg 4 times daily with 

 T.Metronidazole 400mg twice daily. 

 

These regimens are given for 2 weeks followed by  anti-secretory agents for another 1 

month. 

 

Splanchnic vaso constrictors: 

 These drugs are useful in both peptic ulcer and variceal bleeding. 

Vasopressin: 

Potent non-selective vaso constrictors decreases splanchnic blood flow and 

portal pressure, controls hemorrhage in most of the cases. 
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DOSE :   1. 0.4 units/min for 24 hrs is commonly used. 

     2. 20 units in 100ml of  5% dextrose IV  in 20 mins  also can be  

  given. 

 

Vasopressin infusion is combined with glyceryl trinitrate tablets subsequently 

to reduce cardiac side effects and increase the efficacy. 

Contraindication is ischemic heart disease. Nitroglycerin prevents the coronary 

vasoconstriction and also reduces portal pressure. Vasopressin can cause fluid 

retention and hyponatremia. 

Glipressin(Terlipressin),desmopressin 

Terlipresssin – 2 mg IV  5
th
 hourly: it has got longer half life with few side 

effects. 

 

Somatostatin and Octreotide: 

1. Somatotatin’s half life is 2 min. it is given as continuous IV infusion 250 mcg /hr 

after an initial bolus of 250mcg. 

2.  It does not cause systemic vasoconstriction like vasopressin. But it reduces the 

splanchnic and hepatic blood flow. 

3. Inhibiting action on clot digestion, gastric acid and pepsin secretion. 

4. Enhancement of platelet aggregation 

5.  In efficacy these were comparable to sclerotherapy. 

6. These drugs can be combined with endoscopic sclerotherapy. 

 Octreotide dosage: 100mcg IV bolus  followed by infusion of 25-30 mcg/hr. 
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Metaclopramide: 

  It’s a prokinetic drug, arrests bleeding temporarily by constricting the 

gastroesophageal sphincter and decreasing the blood flow in the sub-mucous plexus of 

veins. Though it does not prolong survival, it aids clear visualization during 

endoscopy. 

 

Tranexamic acid: 

 An anti-fibrinolytic agent, found to control bleeding effectively showing 

 40% decrease in mortality, 

20-30% decrease in rebleeding, 

30% decrease in need for emergency management. 

DOSE: tranexamic acid 10mg/kg IV 8
th
 hourly. 

 

Propranolol: 

It is a non-selective beta blocker. 

It is the only drug proved to be effective in the prophylaxis against variceal 

bleeding. 
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Balloon Tamponade: 

 This technique employs a Sengstaken Blakemore tube possessing two 

balloons which exert pressure in the fundus of the stomach and in the lower 

oesophagus respectively.Gastric balloon inflated with 200-250 ml of air will control 

bleeding.Oesophageal Balloon should be deflated for 10min for every 3 hrs to avoid 

oesophageal mucosal damage.Pressure in oesophageal balloon should not 

exceed40mm of Hg. 

 

It Consists Of 

� Gastric balloon 

� Oesophageal balloon 

� Gastric aspiration channel 

� Oesophageal aspiration channel 

Drawbacks are  

• No channel to aspirate saliva 

• There is risk for aspiration pneumonitis. 

• Modified Sengstaken Blakemore tube 

• Tube which has four channel lumens  

• Separate channel to aspirate saliva 
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LINTONS TUBE 

� Single Gastric Balloon 

� Risk of aspiration present 

      MINNESOTA TUBE 

� Also has Gastric and Esophageal ballons and  aspiration ports  

 

ENDOSCOPIC THERAPY 

 

 

Large gastric ulcer after the endoscopic placement of 2 mechanical clips to provide 

haemostasis and prevent rebleeding 
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1. Endoscopic variceal Band Ligation [EVBL] 

� It is  Gold standard and ideal for oesophageal varices 

� Itis not used for fundal varices 

� Multi shoot banding  devices are used 

� It controls bleeding in 90 %  of cases 

� A rubber tube is placed over a varix, which subsequently undergoes 

thrombosis, sloughing and fibrosis 

 

2.Endoscopic sclerotherapyThis method was described by CRAVARD and 

FRENCKER(1939). Sclerotherapy aims to stop bleeding by causing thrombosis of the 

tissue [intra varicel technique] and producing local edema and swelling in the 

submucosal layer [paravariceal technique] 

Through the working channel in endoscope,1-2ml of sclerocent is injected 

either intravaricealy [or] paravaricealy [or] both. 

Upto 5 cm of lower oesophagas from O-G junction is sclerosed. It is performed 

weekly intervals until all varices are sclerosed. 
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Sclerosants used; 

1.Ethanolamine oleate[5%] 

2.Sodium tetra decyl sulphate[1-3%] 

3.Sodium morphate[2-5%] 

4.Polidoconol[3%] 

5.Absolute alcohol 
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Complications: 

1.Oesophageal ulceration 

2.Oesophageal perforation  

3.Worsening of bleeding 

4.Aspiration pneumonitis 

5.Difficult to inject gastric varices 

6.Chest pain and dysphagia are common 

7.Fever 

Endoscopic Gluing 

� Using tissue adhesives 

� It is commonly used for gastric varices 

� Butyl cyano acrylate is used. It hardens in 20 minutes. If properly injected  into 

the varix, it controls the bleeding with 90% success rate. 

� Lipiodol is used along with cynoacrylate to delay premature hardening. 

� Silicone oil is applied to the tip of the instrument to prevent the damage 

 

Endoscopic thrombin  

� Dilute adrenaline injection into the varices 
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SURGERY FOR ACUTE BLEEDING VARICES 

1. Open Oesophageal Stapler Transection and Oesophago-Gastric Anastomosis 

[JHONSTON] –Popular and Simple Procedure 

2. BOREMA- CRILE operation; 

 The oesophagus is opened oesophageal varices are under-run using vicryl 

3. SUGIURA-FUTAGAWA operation; 

 Oesophago-gastric transection and Paraoesphageal, Paragastric 

devascularization, with vagotomy ,pyloroplasty and splenectomy. 

4. MILNES-WALKER: 

  Thoracic oesophageal transaction and Suturing.  

5. TANNER’S METHOD: 

 Abdominal oesophago gastric resection 

6. HASSAB OPERATION: 

 Combination of oesphago-gastric devascularisation and esophageal trasnsection.  

 

Definitive Management of Varices: 

1.SCLEROTHERAPY 

2.SHUNT SURGERY; 

Indications: Child’s grades A and B  

  Contra indicated in child’s C grade. 

  



NON-SELECTIVE SHUNTS:

End to side portocaval shunt

1. Porta-Caval shunt 

2. Mesenterico Caval shunt with or without graft

3. Mesenterico-Renal shunt

4. Proximal splenorenal shunt

Side 

 

Non-selective shunts control and prevent bleeding as well as reduce the ascites. Since 

it diverts the blood from liver, there is high incidence of encephalopathy

 

Selective shunts: 

38 

SELECTIVE SHUNTS: 

 

End to side portocaval shunt 

Mesenterico Caval shunt with or without graft 

Renal shunt 

Proximal splenorenal shunt-Linton’s shunt 

 

Side to Side Porto Caval Shunt 

selective shunts control and prevent bleeding as well as reduce the ascites. Since 

it diverts the blood from liver, there is high incidence of encephalopathy 

selective shunts control and prevent bleeding as well as reduce the ascites. Since 
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1. Distal spleno renal shunt-warren’s shunt: 

End of splenic vein is shunted to the side of the left renal vein.splenic vein 

should be more than 10mm in size(diameter). It selectively decompresses the 

portal bed near oesophago gastric area, by which it prevents bleeding. Liver is 

also perfused adequately so possibility of encephalopathy is less. 

2. Inokuchi shunt is a selectively shunt between IVC and left gastric vein(using a 

graft). 

 

SPLENECTOMY: 

Left sided portal hypertension also called as segmental portal hypertension,is 

due to spleenic vein thrombosis. Here liver is normal and splenectomy alone will 

correct the condition. 
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TIPSS(TRANSJUGULAR INTRAHEPATIC PORTA- SYSTEMIC 

STENTING/SHUNT): 

 

 Size of stent must be 10mm. It is a non-surgical interventional radiological 

method,where in a stent is placed in the liver between hepatic venule and portal 

venule through a  guide wire. 

 It will cause hepatic encelopathy,bleeding,bile leak and infection. 

 It is contraindicated in encephalopathy, tumours and liver cyst. 

 It is quite useful as a temporary measure to reduce portal bed pressure before 

doing orthotopic liver transplantation in cirrhotic patients. 
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LIVER TRANSPLANT (ORTHOTOPIC): 

 LIVER TRANSPLANT is becoming popular for cirrhosis with varices. 

 It is ideal,final and best. But donor availability and loss is the problem. If the 

patient is for orthotopic liver transplantation(OLT), open shunt surgeries should not be 

done as liver hilum should  be kept virgin for effective transplantation. TIPSS can be 

done as a bridge in such patients. 
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MATERIALS AND METHODS 

This study comprises of 130 patient admitted with Acute Upper GI bleeding 

during the period of June 2010 to October 2011 not including children less than 12 

years of age were not included. 

 

 The relevant data of individual cases were recorded in a proforma, which 

includes detailed history,physical examination, laboratory datas, specific diagnostic 

tests and details related to the management and account on morbidity and mortality. 

Specific consideration was given to amount, number of hours of bleeding, NSAIDS 

usage, intake of alcohol, smoking, etc. Detailed clinical examination for evidence of 

jaundice, anemia, pedal edema, ascites, were done. Patients were divided into those 

with signs of hypovolemia and vital stable for initial management. 

Investigation done:  

To assess 

1. Haematological profile 

2. Coagulation profile 

3. Liver function 

4. Renal function 

5. Endoscopy as soon as the patient is stabilized irrespective of active bleeding 

6. USG abdomen and if necessary CT abdomen done in selected cases. 

All the details were collected, tabulated and analysed. 
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OBSERVATION AND DISCUSSION 

 During the period of study, 130 cases of upper G1bleeding were registered 

making about 3.8% of Medical and Surgical emergencies in Thanjavur medical 

college hospital. Out of these 130 patients, 29 were females constituting 22.30% of 

total cases reported. 

Etiology of upper G1 bleeding: 

 Based on the clinical examination and upper G1 endoscopy findings, the causes 

for acute G1 bleeding in our study are as follows:  

S.No ETIOLOGY 

NO.OF 

CASES PERCENTAGE 

1 

GASTRO-OESOPHAGEAL 

VARICES 48 36.92 

2 PEPTIC ULCER DISEASE 44 33.84 

3 EROSIVE GASTRITIS 15 11.53 

4 CARCINOMA STOMACH 8 6.15 

5 CA.OESOPHAGUS 2 1.53 

6 MALLORY WEISS TEAR 2 1.53 

7 OESOPHAGITIS 2 1.53 

8 UNDIAGNOSED 9 6.92 

 

  



ETIOLOGY OF UPPER G1 BLEEDING

 

o 9 cases expired within 12 hours of admission before establishing the diagnosis. 

In our study, 

o 48patients had gastro Oesophageal varices

ulcer disease (33.84%), is the most 

reported. 
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ETIOLOGY OF UPPER G1 BLEEDING 

9 cases expired within 12 hours of admission before establishing the diagnosis. 

48patients had gastro Oesophageal varices (36.92%), 44 patients had peptic 

, is the most common case constituting of the total cases 

15
8 2 2 2

 

9 cases expired within 12 hours of admission before establishing the diagnosis. 

patients had peptic 

of the total cases 

9



COMPARATIVE STUDY

S.NO DISEASE 

OUR 

STUDY(%)

1 Variceal disease 

2 

Peptic ulcer 

disease      

3 Erosive gastritis  

4 

Mallory weiss 

tear 

5 Others 
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COMPARATIVE STUDY 

OUR 

STUDY(%) 

SLEISENGER AND 

FORDTRANS 

(%) 

BAILEY AND 
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Based on the etiology the remaining 121 cases were categorized into 5 major 

groups. 

The categories are 

1. Oesophago-gastric varices category 

2. Peptic ulcer disease 

3. Erosive Gastritis 

4. Malignancy category 

5.   Miscellaneous 
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OESOPHAGO-GASTRICVARICES CATEGORY: 

 In our study 48 cases were diagnosed to have variceal bleeding, constituting 

36.92% of all cases reported.  

AGE INCIDENCE 

Age in years No of cases Percentage 

12-20 yrs 4 8.33 

21-30 yrs 4 8.33 

31-40 yrs 10 20.83 

41-50 yrs 16 33.33 

51-60 yrs 12 25.00 

.>60 yrs 2 4.16 

 

In our study higher incidence was observed between 40-60 years of age. 

SEX INCIDENCE 

  Sex  Disease   Percentage 

  Male     36       75 

  Female     12       25 

 

In our study males are more affected with male to female ratio 3:1  
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Signs&Symptoms No of cases Percentage 

 Haemetamesis&malena 48 100 

  Splenomegaly 30 62.50 

 Ascites 25 52.08 

Jaundice 20 41.66 

Hypovolemic Shock 18 37.50 

Encepalopathy 6 12.50 

 

In our study all patients presented with haematemesis and melaena, 62.5% patients 

presented  with  splenomegaly and 52.08% with Ascites. 

 



 

MANAGEMENT 

All the 48 patients were resuscitated with IV fluids and Blood transfusion with 

Ryle’s tube aspiration along with Proton pump inhibitors. 

temporarily on 44 patients. An average of

haemodynamic stability. patients were classified based on child pugh’s criteria.

In our study 

 26  cases were classified under group

 14  cases were classified under group

   8  cases were classified under group

 child’s criterion is the single most important factor that det

Endoscopy was done in all cases within 24
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Clinical Presentation of Variceal Bleeding
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were resuscitated with IV fluids and Blood transfusion with 

Ryle’s tube aspiration along with Proton pump inhibitors. It controlled bleeding 

patients. An average of  2 units of blood were required to maintain 

ents were classified based on child pugh’s criteria.

cases were classified under group  A 

cases were classified under group  B 

cases were classified under group  C 

child’s criterion is the single most important factor that determines the survival. 

was done in all cases within 24 hrs of admission and varices were graded.

48
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Clinical Presentation of Variceal Bleeding
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Splenomegaly

Ascites

Jaundice

Hypovolemic Shock

Encepalopathy
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olled bleeding 

2 units of blood were required to maintain 
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Distribution of Varices 

Endoscopic Findings 

Oesophageal varices-Grade-1 

Oesophageal varices- Grade-2 

Oesophageal varices- Grade-3 

Oesophageal varices-Grade-4 

Portal Hypertensive Gastropathy

Fundal Varices 

 

 In our study majority ha

portal hypertensive Gastropathy (PHG) and 2
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8
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Distribution of Varices 
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 No of cases 
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Portal Hypertensive Gastropathy 2 
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In our study majority had only oesophageal varices 91.66%. 2 cases of 

rtensive Gastropathy (PHG) and 2 case of fundal varices. 
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Specific Treatment: 

Sclerotherapy: 

 In our study sclerotherapy forms the mainstay and was done in 32 patients. 

Endoscopic GLUE injection done in 10 patients   and Banding was done in 5 patients. 

sclerosent used is 5-20 ml of 3% sodium tetradecyl sulphate. Through the 

working channel in the endoscope the sclerosent was injected both intra and 

paravariceal  at weekly intervals.The average no.of sitting per patient is 3.  

 Other methods of endoscoic treatment such as Banding, etc,.. 

Surgical Procedure: 

 Surgical procedure was done only in 6 cases. It was oesophago-Gastric 

devascularisation and splenectomy. Surgical treatment was carried out after proper 

initial resuscitation and control of bleeding episodes by pharmacological method. 

Criteria of selection for surgery is based on Child’s Pugh criteria A Good risk 

patients. 

  Post operatively 2 cases developed hypotension and blood transfusion 

was given to them. 2 patients had wound infection and respiratory infection and were 

treated with antibiotics. Mortality 2 cases. 
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 Mortality Data 

Type of 

management 

No of cases No of Death Percentage 

Operative       6       2      33.33 

Non-Operative     42        6      14.28 

In our study 8 patients  died within the follow-up period. Six cases were from non-

operative group.Two cases were from operative group.The entire 8 patients belonged 

to Child’sPugh Group C category.  4 cases died due to liver cell 

failure/encephalopathy and 2 cases due to recurrent bleeding. 

AGE &SEX INCIDENCE IN MORTALITY 

Age in yrs Operative Non-Operative Total 

12-20 yrs --- --- --- 

21-30yrs --- --- --- 

31-40yrs --- 1 1 

41-50yrs                 1 2 3 

51-60yrs 1 2 3 

>60yrs --- 1 1 

 

In our study, mortality was observed more above 40 years of age and all 

belonged to child’sPugh ‘C’criteria. Among 8 patients died, 6 were males, indicating 

mortality is more in males. 

FOLLOW-UP: 

 All cases were followed upto the end of the study period ranging from 4-20 

months.Two cases were referred to higher centre. 
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PEPTIC ULCER DISEASE CATEGORY: 

 In our study 44 patients had peptic ulcer disease constituting 33.84% of total 

cases reported. 

Age incidence: 

S.NO 

AGE IN 

YEARS 

NO.OF 

CASES PERCENTAGE 

1 12-20 0 0 

2 21-30 3 6.81 

3 31-40 14 31.81 

4 41-50 15 34.09 

5 51-60 8 18.18 

6 >60 4  9.00 

 

In our study greater incidence is between 30-50 years of age. But indicating peptic 

ulcer bleeding more common in older age group in our population. 

Sex Incidences 

SEX DISEASE PERCENTAGE 

MALE 35 79.54 

FEMALE 9 20.46 

    

� In our study male were involved more than females (79.54%) 

� Male to female  ratio in our study is 4;1%.  

� The male predominance is attributed to the increased exposure to risk factors 

like smoking,alcohol,etc 

  



CLINICAL PRESENTATION ;

Signs/Symptoms 

 Abdominal pain 

Haemetamesis 

Melaena 

Hypovolemic shock  

VGP 

 

 

All patients presented with

with haemetamesis, 77.27% presented with melaena,

Hpovolemic shock.They are promptly resuscitated with IV fluids

An average of two units of B

shock. 
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CLINICAL PRESENTATION OF PEPTIC ULCER 
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CLINICAL PRESENTATION ; 

No.of cases Percentage 

44 100% 

38 86.36% 

34 77.27% 

8 18.18% 

2 4.54% 

All patients presented with Abdominal pain, Among that 86.36% presented 

with haemetamesis, 77.27% presented with melaena,  18.18% of patients presented in 

They are promptly resuscitated with IV fluids, Blood and drugs.

An average of two units of Blood required for all patients with hypovolemic 

38
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Hypovolemic shock 

VGP

 

Among that 86.36% presented 

18.18% of patients presented in 

Blood and drugs. 

lood required for all patients with hypovolemic 

CLINICAL PRESENTATION OF PEPTIC ULCER 

Haemetamesis

Melaena

Hypovolemic shock 

VGP
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Factors predictive of a poor prognosis after hemorrhage from peptic ulcer 

Age  >60yrs 

Bleeding onset in hospital 

Co morbid medical illness 

Shock or Orthostatic hypotension 

Fresh Blood in nasogastric tube 

Coagulopathy 

Multiple transfusion required 

Higher lesser curve gastric ulcer 

Posterior duodenal bulb ulcer 

Endoscopic findings of arterial bleeding or visible vessel 

In our study 10 patients were grouped under high risk category. 

Endoscopy was done in all patients within 24 hrs of admission.  

Endoscopic Findings 

Diagnosis No of cases Percentage 

Duodenal Ulcer   30   68.18 

Gastric Ulcer    10   22.72 

Both     4   9.09 

 

 

Duodenal ulcer single most common cause of upper GI bleed(68.18%) 

  



56 

 

Type of treatment No of cases Percentage 

Pharmacotherapy 32 72.72 

Endoscopic treatment 9 20.45 

Surgery 3 6.81 

 

Pharmacotherapy 

  On admission in addition to resuscitation all patients started with 

inj.pantoprazole 40 mg IV twice daily and when oral fluid were allowed, changed to 

Cap. Omeprazole 20mg twice daily. 

 Anti H.pylori regime was given to all patients treated conservatively. The 

regime followed in our patient was:  

 Cap. Omeprazole 20mg twice daily  

           Cap. Amoxycillin 500mg thrice daily or 

           Tab.Clarithromycin500mg twice daily  

          Tab.Metronidazole 400mg thrice daily for two weeks.                                          

 

ENDOSCOPIC THERAPY: 

 Nine patients were treated by this method. The methods employed were 

Adrenaline with Normal saline  injection and Electro coagulation. Bleeding controlled 

in 8 cases. Remaining one case operated electively due to the potential risk of 

rebleeding in endoscopic picture. Other modalities of endoscopic treatment of peptic 

ulcer are laser coagulation, electro coagulation, heater probe, alcohol injection, etc.  
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SURGICAL MANAGEMENT FOR PEPTIC ULCER DISEASE  

 The cases for surgery were selected by 

1. Endoscopic picture suggesting potential risk of re-bleeding. 

2. Patients with gastric outlet obstruction. 

3. Patients who require more than 6 units of blood for initial resuscitation. 

Among the 3 patients treated with surgery, Truncal Vagotomy with 

posterior-Gastro-Jejunostomy was done in 1 case and Distal gastrectomy 

done in 1 case. Duodenotomy with direct suture ligation of the bleeding 

vessel in the ulcer base done in 1 case. In the post operative period all three 

developed wound infection, two had respiratory infection with distress 

syndrome. In that Two distress patients, One patient died  during post operative 

period. 

 

MORTALITY DATA 

Type of 

management 

Cases No of deaths Percentage 

Operative 3 1 33.33 

Non-Operative 41 1             2.43 
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OPERATIVE METHOD: 

 1 case of distal gastrectomy died on the 4 th post operative day due to ARDS 

NON-OPERATIVE METHOD: 

One case died due to irreversible shock 

 

Age in year Operative Non-Operative Total 

12-20 yrs --- --- --- 

21-30 yrs --- --- --- 

31-40 yrs --- --- --- 

41-50 yrs --- --- --- 

51-60 yrs 1 1 2 

>60 yrs --- --- --- 

    

 

In our study increased mortality is observed above 50 years of age and more common 

in males.  

FOLLOW-UP: 

 All cases were followed up to the end of the study period, which ranges from  

4-20 months. 
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CANCER CATEGORY 

 In our study, 10 patients had malignancy constituting 6.92% of all cases 

reported, out of which 8 were  Carcinoma stomach and 2 were  Carcinoma 

oesophagus. 

 

AGE INCIDENCE 

Age in yrs   No of cases  Percentage 

12-20yrs --- --- 

21-30yrs --- --- 

31-40yrs --- --- 

41-50yrs 3 30 

51-60yrs 5 50 

>60yrs 2 20 

         

            Male-7 patients, Female-3 patients. 

 Incidence was only above 40 years of age and more common in males(70%). 

High incidence in males is attributed to increased  exposure to risk factors like 

smoking, alcohol,etc. 

 

 



CLINICAL PRESENTATION

SIGNS&SYMPTOMS 
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Mass Abdomen 

Abdominal pain 
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All the 10 patients presented with upper GI bleed were resuscitated with IV fluids and 

blood transfusion. An average of 2 units of blood were transfused in all cases. 

Bleeding stopped spontaneously in all patients with conservative symptomatic 

treatment. Endoscopy was done in all cases within 24 hours. 

 

ENDOSCOPIC LOCALISATION OF TUMOURS 

Disease Total no cases 

Oesophageal cancer 

Ulcerative 

 

--- 

Proliferative (Lower 1/3 
rd
 ) 2 

Stomach    -Antrum 6 

                   -Body 2 

 

In our study, the tumour is located at lower 1/3 of oesophagus in 2 cases , body of 

stomach in 2 cases and antrum of stomach in 6 cases. 
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SPECIFIC TREATMENT: 

 In our study surgery and chemotherapy formed the main modalities of 

treatment. 

Sl. 

No 

Cases Surgery Radio 

therapy 

Chemoth

erapy 

1 1314422- 82/ M TRANSHIATAL 

ESOPHAGECTOMY 

- - 

2 1315218-70/M FEEDING JEJUNOSTOMY + - 

3 1088950-60/M SUB-TOTAL 

GASTRECTOMY 

- + 

4 134420-56/M SUB-TOTAL 

GASTRECTOMY 

- + 

5 1345114-50/M SUB-TOTAL 

GASTRECTOMY 

- + 

6 1326646-65/M SUB-TOTAL 

GASTRECTOMY 

-  

7 1329270-78/M TOTAL GASTRECTOMY - + 

8 1313080-40/F - - + 

9 1312982-60 /F - - + 

10. 1345114-50/F ANTERIOR GASTRO 

JEJUNOSTOMY 

- + 
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CARCINOMA STOMACH: 

 In our study, all cases of carcinoma of stomach were in advanced stages and 

only palliative surgeries were done. Sub-total gastrectomy with Billroth II type of 

Gastro-Jejunostomy in 5 cases and Total Gastrectomy with Roux-en-y oesophago-

Jejunostomy in one case. Chemotherapy alone is given in 2 cases as they presented 

metastatic disease. 

 

Chemotherapy regimen given in our study is FAM 

Drug Days 

5-FLURO URACIL 500mg/m2 bolus, 1,8.9 and 36 

ADRIAMYCIN-40mg  IV bolus 1 and 29 

Mito mycin-10 to 20 mg IV bolus 1 

 

 This constitutes one cycle and six cycles were given for all patients. 

CARCINOMA OF OESOPHAGUS: 

 In our study, trans-hiatal oesophagectomy with oesophago-gastric Anastomosis 

was done in one case. 

Mortality Data  

Management No of cases Death 

Operative 8 3 

Non-Operative 2 1 
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 In our study, 3 cases of Carcinoma stomach  died in the post-operative period 

due to duodenal blow out with septicemia. In the non-operative group one patient died 

due to malignant Cachexia. 

  

AGE AND SEX INCIDENCE AND MORTALITY 

 All cases of death were above 50 years of age and among them 2 were male, 

indicating increased mortality in male patients. 

 

FOLLOW-UP: 

  All cases were followed up to the end of the study period ranging from 

4-20 months. 

 

EROSIVE GASTRITIS: 

 In our study 15 cases were reported constituting 11.53%. of all cases of upper 

GI bleeding reported. Age group in our study ranges from 24-50 years. Most common 

case identified in our study is NSAIDS, constituting (64.9%), other causes include 

stress, alcohol,etc,. average no. of hours of bleeding is two/three. 

 All cases were resuscitated with IV fluids and blood transfused in 3 cases. All 

cases were managed conservatively with anti-ulcer treatment. All cases showed 

significant improvement, confirmed by repeated endoscopy. 
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Mallory-weiss tear and oesophagitis: 

 Two cases were reported in each group constituting 3.06%. of all cases. history 

of intake of  alcohol was found in both cases of Mallory-weiss tear. All the four cases 

were managed conservatively with anti-ulcer treatment. All cases showed significant 

improvement, confirmed by repeated endoscopy. 
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CONCLUSION 

 

1. Patients admitted with acute UGI bleeding constitute about 3.8% of the total 

Mdical and Surgical emergencies admitted in Thanjavur Medical College Hospital. 

2. Patients with UPPER GI bleed form the high –risk group  with mortality  around 

11.57% . So there is a prime need for early accurate diagnosis, urgent active 

treatment and vigilant monitoring. 

3. Common causes of upper GI bleeding in this region are Variceal bleeding, peptic 

ulcer disease, erosive gastritis. Rare causes are malignancies, Mallory weiss tear 

syndrome, oesophagitis etc. 

4. Variceal bleeding is the most common cause of upper GI bleeding in this region 

constituting 36.92% of cases. Endoscopic sclerotherapy is one of the best methods 

to treat varices with success rate of 90.5 %. In our study surgical role is minimal. 

5.  Peptic ulcer disease 33.84%constitutes the second most common cause of upper 

GI bleeding in this region. Most cases can be managed with adequate resuscitation 

with conservative management. Surgery and endoscopic therapy are useful in 

selected cases. 

6. Surgery is the best method, in cases of malignancy. Endoscopic therapy is not 

useful in these cases. 

7. Erosive gastritis constitutes 11.53 % of all cases. The best method of treatment is 

removal of risk factor and medical therapy. 
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8. More than 60% of patients with peptic ulcer disease/ erosive gastritis are exposed 

to NSAIDS. other common risk factors are smoking and alchocol. 

9. Mallory weiss tear and oesophagitis constitute only 3.06% of all cases and treated 

successfully with conservative management. 

10. In our study the mortality rate is around 11.57%. Factors associated with high 

mortality are increase in age at presentation, co- morbid illness, hypovolemic 

shock at presentation etc. 

11. Future studies should be directed towards cost effective and beneficial 

management for upper GI bleeding that can be applicable for any hospital. A 

specialist Gastro Enterologyst team would be best directed at reducing the 

mortality and the overall cost for effective care and management of patients with 

acute bleeding. 

                                                                       



                                                           PROFORMA 

NAME AGE: SEX 

IPNO OCCUPATION:  

SL.NO DOA: DOD 

ADDRESS   

 

 

  

History  

 

 

Vomiting 

Haematemesis 

 

 

Quantity 

 

Frequency Duration Induce

d 

spontaneo

us  

Colour  

Pain 

abdomen 

Site Duration 

Nature 

Continuou

s  

Burning Dull               

aching 

Intermittent  

Aggravati

ng  

factors 

 

Reliving 

factors 

Periodicity  

Jaundice YES NO 

 

 

Fever YES NO 

 

 

Bowel habits Constipati

on  

Diarrhea   Malena Bleeding P/R 

Drug intake  YES NO 

 

 

Trauma YES NO 

 

 

Weight loss YES NO 

 

 

Alcohol YES NO 

 

 

Smoking YES NO 

 

 

Metabolic 

derangements 

YES NO 

 

 

Blood transfusion  YES NO 

 

 

Previous bleeding YES NO 

 

 

Previous 

treatment 

YES NO  

Menstrual History Regular Irregular  

  



Past history Hypertensi

on 
Diabetic Cirrhosis  Anticoagulants Bleeding 

diathesis  
General 

examination 
Temperatu

re 
Pulse 

 

 

 

BP RR Anaemia Jaundice Pedal 
Edema 

General condition Good  Fair Poor   

Hydration  Normal Dehydration   

 

  

CVS  RS  

 

  

Abdomen    

 
P/V P/R 

Investigations 

 

 

BLOOD Complete 

Hemogram 

Grouping typing Urea   Creatinine LFT 

 Sr. 

Calcium 

Sr.Electrolyt

es 

 

 Urine-

complete 

Stool-

occult 

blood 

 

X rays  Chest Abdomen  

 

   

Upper GI 

Endoscopy 

 Capsule-

Endoscopy  

    

Barium meal 

series 

      

USG abdomen    

 

   

CT Abdomen 

 

   Angiogram  Isotope 

Studies 

 

Others    

 

   

Diagnosis     

 

   

Treatment Given       

Conservative Blood 

transfusi

on No. of 

units 

 

Vasso 

pressor  

agents used 

Sengstaken 

blackmore 

tampanode  

Ice saline 

lavage 

Modified 

Sengstaken 

Blackmore 

tamponade 

Linton’s tube 

Interventions       

Endoscopic sclero 

therapy 

YES  NO     

Surgical 

procedure 

      

Recommendations       

Follow up       
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UPPER GI BLEEDING IN OUR STUDY

peptic ulcer disease 

n= 44

duodenal ulcer

n= 30

gastic ulcer

n= 10

both duodenal and 

gastic ulcer

n= 4

variceal bleeding 

n= 48

oesphageal varices

n=44

fundal varices

n=2

portal hypertensive 

gastropathy

UPPER GI BLEEDING IN OUR STUDY 

 

n=130

variceal bleeding 

n= 48

oesphageal varices

n=44

fundal varices

n=2

portal hypertensive 

gastropathy

n=2

malignancy 

n= 10

carnoma of stomach

n= 8

carcinoma of 

oesopahagus

n=2

miscellaneous 

n= 19

gastic erosions

n=15

mallory weiss tear

n=2

oesophagitis

N=2

undiagoniosed 

n= 9



MASTER CHART 

VARICEAL CATEGORY 

Sl.No Name Age Ip no Endoscopic 

finding 

Treatment No. of sittings 

1 Chellammal 41/F 13131576 E2 S 3 

2 Kottaiammal 49/F 1313798 PHG S 4 

3 kamarnisha 56/F 1313476 E4 S 3 

4 Lalitha 53/F 1066789 E2 S 4 

5 Surya 21/F 1316099 Fundal S 2 

6 Kasiyamma 17/F 1313876 E3 S 3 

7 Lakshmi 51/F 1313821 E4 S 3 

8 Mary 37/F 1316507 E2 S 4 

9 Saraswathi 44/F 1317158 E3 S 3 

10 Mahalingam 60/M 1314088 E4 P-S-SU - 

11 Palani 31/M 1313305 E3 S 3 

12 Kumaran 49/M 1314296 E2 S 4 

13 Raman 52/M 1314123 Fundal S 2 

14 Ramesh 46/M 1347982 E2 S 3 

15 Selvaraj 49/M 1070290 E3 S 3 



16 Ramadoss 36/M 1039379 E4 P-S-SU - 

17 Vanathyan 34/M 1083325 E3 S 3 

18 Manicam 44/M 1087846 E3 S 4 

19 Vijayanand 49/M 1083769 E2 S 4 

20 Ganesan 48/M 1083782 E3 S-SU 3 

21 Thiyagaraj 57/M 1103018 E2 S - 

22 Aravind 24/M 1315225 E4 S 3 

23 Ponnusamy 18/M 1314456 E3 P-S - 

24 Boominathan 41/M 1315264 E2 S 4 

25 Rajendran 43/M 1315746 E2 S 3 

26 Muthu kannan 47/M 1316392 E4 S 2 

27 Muthu 59/M 1315510 E3 P-S - 

28 Jaheer hussain 54/M 1316044 E3 S 3 

29 Ramasamy 51/M 1316017 E2 S 4 

30 Mariyppa 47/M 1317251 E3 P-S - 

31 Sivakumar 41/M 1316271 E4 S-SU 4 

32 Eswaran 60/M 1316684 E3 S 3 

33 
Amsu 

43/F 1317247 E3 P-S - 



34 
Kavitha 

29/F 1317332 E2 S 4 

35 
Rajam 

23/F 1317746 E2 S 3 

36 Durairaj 41/M 1316974 E4 S 2 

37 Sathish 42/M 1366347 E3 P-S-SU - 

38 Kaliyamoorthy 44/M 1315882 E3 S 3 

39 Kumar 46/M 1317005 E2 S 4 

40 Shanmugam 47/M 1317582 E2 P-S - 

41 Nagarajan 49/M 1318171 E4 S 4 

42 Subramani 49/M 1320509 E3 S 3 

43 Murugesan 41/M 1321441 E3 S 3 

44 Ramesh 36/M 1321182 E4 S-SU 3 

45 Kaliyamoorthy 31/M 1322147 E2 S 4 

46 Ramalingam 34/M 1322560 E3 S 3 

47 Subramaniyan 36/M 1323207 E4 P-S - 

48 Karunakaran 39/M 1324444 E2 S 4 

 

E1 -ESOPHAGEAL VARICES-GR-1   E2-GRADE-2   E3-GRADE-3 

E4-GRADE-4    S-SCLEROTHERAPY   P-PHARMACOTHERAPY                       

SU-SURGERY 



 

Peptic Ulcer Category 
SL.N

O 

NAME AGE IP Number Endoscopic 

Findings 

Risk factors Treatment 

1 Chinnaiyan 61/M 1325777 D - P 

2 Natesan 22/M 1327452 D+O N-A TV 

3 Ramalingam 27/M 1328068 G - P 

4 Subramani 32/M 1378068 D N-S p 

5 Palani 34/M 1328515 D - p 

6 Karthik 26/M 1378056 G N P 

1 Michel raj 46/M 1378843 D N P 

8 Mookkan 37/M 1379077 G S P 

9 Sekar 34/M 1378747 B N P 

10 Elangovan 54/M 1329297 G N-A-S GAST 

11 Hariharan 51/M 1329889 D - P 

12 Rajagopal 39/M 1329650 D A-S P 

13 Sabapathy 64/M 1329307 G N-S P 

14 Balasubramani 57/M 1370019 D NA-S P 

15 Kuppusamy 41/M 1329908 G - P 



16 Rajendran 27/M 1330080 D N-A P 

17 Mahalingam 56/M 1329996 G A P 

18 Natarajan 42/M 1329882 D A P 

19 Rajendran 54/M 1331235 G - P 

20 Rasu 43/M 1331528 D - P 

21 Shankar 61/M 1331924 D S P 

22 Sethuraman 39/M 1331920 D N P 

23 Baskar 43/M 1331992 G S P 

24 Chandrasekar 35/M 1332525 D N P 

25 Govindraj 38/M 1332628 G A P 

26 Subramani 42/M 1330968 D N-S P 

27 Anand 66/M 1334464 G - P 

28 Ranga 54/M 1332689 D N-S P 

29 Elangiyam 49/ F 1317313 D - P 

30 Menega 36/F 1325787 G S P 

31 Sathyammal 37/F 1325713 D - P 

32 Suryakala 31/F 1379864 D - p 

33 Gomathi 33/F 1320052 D - P 



34 Saidambal 61/F 1320324 G N P 

35 Kuppusamy 41/M 1329908 G A P 

36 Rajendran 27/M 1330080 D N-A P 

37 Mahalingam 56/M 1329996 G - P 

38 Natarajan 42/M 1329882 D A P 

39 Rajendran 54/M 1331235 G - P 

40 Rasu 43/M 1331528 D S P 

41 Shankar 61/M 1331924 D A P 

42 Deivamani 59/F 1320281 D - DT+L 

43 Muthulakshmki 39/F 1320526 D - P 

44 Rajamma 41/F 1320774 G - P 

 

D-DUODENAL ULCER  P-PHARMACOTHERAPY 

TV-TRUNCAL VAGOTOMY         B-BOTH 

N-NSAIDS  A-ALCOHOL S-SMOKING 

O-OBSTRUCTION               DT+L-DUODENOTOMY WITH SUTURE LIGATION  



EROSIVE GASTRITIS 

Sl.no Name Age IP 

Number 

Endoscopic 

Findings 

Risk factors Treatment 

1 Samiappa 45/M 1338570 E N-A-S P 

2 Ramprabhu 37/M 1337355 E N-A P 

3 Antonysamy 32/M 1338056 E A-S P 

4 Sampath 29/M 1338574 E N-A-S P 

5 Mohamed naina 47/M 1338058 E N-A P 

6 Parameswar 34/M 1337659 E S-A P 

7 Gnanasekaran 38/M 1337656 E N-S P 

8 Rajappa 34/M 1336529 E S-A P 

9 Appadurai 36/M 1336495 E A-S P 

10 Kaliyaperumal 60/M 1336358 E N-A P 

11 Suresh klumar 44/M 1336150 E N-A-S P 

11 Vanitha 40/F 1338043 E N P 

12 Ramya 34/F 1335998 E N P 

13 Revathi 29/F 1335470 E N P 

14 Ayusha 44/F 1338831 E N P 

          E-EROSIVE GASTRITIS  



MALIGNANCY 

Sl.No Name Age IP number Endoscopic findings Risk factor Treatment 

1 Krishnan 56/M 134420 Ca. antrum A-S SU+C 

2 Vairam 50/M 1345114 Ca. antrum N-A-S SU+C 

3 Ramaiyah 60/M 1388950 Ca. antrum N-S SU+C 

4 Thangarasu 82/M 1344422 Ca.Oesophagus N-S SU 

5 Sulaiman 70/M 1315218 Ca.Oesophagus A-S SU+RT 

6 Sakthivel 78/ M 1329270 Fundal growth N-A-S SU+C 

7 Rajendran 40/M 1330080 Ca. stomach N-A-S C 

8 Amsavalli 60/F 132982 Ca. stomach N-S C 

9 Thangaiyah 65/F 1336129 Antral growth N-S SU+C 

10 Annamalai 65/F 1326646 Antral growth N-S SU+C 

 

SU-SURGERY              C-CHEMOTHERAPY 

RT-RADIOTHERAPY 



OTHERS 

Sl.no Name Age IP 

number 

Endoscopic findings Risk 

factor 

Treatment 

1 Gunasekaran 47/M 1314999 M.W A P 

2 Dhana 31/M 1326899 Oesophagitis N-A-S P 

3 Adithya 49/M 1316213 M.W A P 

4 Bindhu 41/F 1361211 Oesophagitis N P 
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